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MiR-133b inhibits the invasion and migration of esophageal cancer cells
by mediating the down-regulation of TGF-BR1 expression
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Abstract ; Objective To investigate the role and mechanism of miR-133b in inhibiting the invasion and mi-
gration of esophageal cancer cells by mediating the down-regulation of transforming growth factor-f receptor 1
(TGF-BR1) expression. Methods Real-time fluorescent quantitative PCR was used to detect the expression
level of miR-133b in human normal esophageal epithelial cells and human esophageal cancer OE19 and
ECA109 cells. Human esophageal cancer OE19 and ECA109 cells overexpressed miR-133b were constructed.
Transwell chamber experiment was used to observe the effect of miR-133b expression on the migration and in-
vasion of OE19 and ECA109 cells. Western blotting was used to detect the effects of different miR-133b ex-
pression levels on TGF-fR1, SMAD3, p-SMAD3, E-cadherin and N-cadherin protein expression levels in e-
sophageal cancer OE19 and ECA109 cells. The dual luciferase reporter gene test was used to detect the targe-
ted regulation effect of miR-133b on TGF-BR1. Results Esophageal epithelial cancer OE19 and ECA109 cells
with miR-133b overexpression were successfully constructed. The invasion and migration ability of OE19 and
ECA109 cells with miR-133b overexpression were significantly decreased (P <C0. 01). The protein levels of
TGF-BR1,p-SMAD3 and N-cadherin in OE19 and ECA109 cells were significantly decreased (P <C0. 01),and
E-cadherin protein was significantly increased (P <C0. 01). The dual luciferase reporter gene test showed that
miR-133b could target and regulate the expression of TGF-fR1. Conclusion By mediating the down-regula-
tion of TGF-BR1 expression,miR-133b can inhibit the activation of TGF-R1/SMADS3 signaling pathway,in-
hibit epithelial mesenchymal transition occurrence of OE19 and ECA109 cells,and inhibit the invasion and mi-
gration abilities of esophageal cancer cells.
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